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Subdural hematoma after thoracoabdominal aortic
aneurysm repair: An underreported complication
of spinal fluid drainage?
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G. Melville Williams, MD, b New Haven, Conn; and Baltimore, Md
Objective: Cerebrospinal fluid (CSF) drainage is a commonly used adjunct to thoracoabdominal aortic aneurysm (TAAA)
repair that improves perioperative spinal cord perfusion and thereby decreases the incidence of paraplegia. To date, little
data exist on possible complications, such as subdural hematoma caused by stretching and tearing of dural veins, should
CSF drainage be excessive. We reviewed our experience with patients in whom postoperative subdural hematomas were
detected.
Methods: The records of 230 patients who underwent TAAA repair at the Johns Hopkins Hospital between January 1992
and February 2001 were reviewed.
Results: Eight patients had subdural hematomas (3.5%). The four men and four women had a mean age of 60.6 years; two
of these patients had a connective tissue disorder. All patients had lumbar drains placed before surgery, including one
patient who underwent operation emergently for rupture. Drains were set to allow drainage for CSF pressure greater than
5 cm H2O in all but one patient set for 10 cm H2O; spinal cooling was not performed in any patient. All drains were
removed on the third postoperative day. In patients in whom subdural hematomas developed, the mean amount of CSF
removed after surgery was 690 79 mL, which was significantly greater than the amount drained from patients in whom
subdural hematomas did not develop (359  24 mL; P  .0013, Mann-Whitney U test). Six patients had postoperative
subdural hematomas detected during hospitalization (mean postoperative day, 9.3; range, 2 to 16), and two patients were
seen in delayed fashion after discharge from the hospital at 1.5 and 5 months. Four patients died of the subdural
hematoma (50%); only one of these patients had neurosurgical intervention. All four survivors responded to neurosur-
gical intervention and are neurologically healthy. Two patients, both of whom were seen in delayed fashion, needed a
lumbar blood patch. Multivariate logistic regression identified the volume of CSF drained as the only variable predictive
of occurrence of subdural hematoma (P  .01).
Conclusion: Subdural hematoma is an unusual and potentially catastrophic complication after TAAA repair. Prompt
recognition and neurosurgical intervention is necessary for survival and recovery after acute presentation. Epidural
placement of a blood patch is recommended if a chronic subdural hematoma is detected. Care should be taken to ensure
that excessive CSF is not drained perioperatively, and higher (10 cm H2O) lumbar drain popoff pressures may be
necessary together with meticulous monitoring of patient position and neurologic status. (J Vasc Surg 2002;36:47-50.)
Spinal cord ischemia, either paraplegia or paraparesis, is
one of the disastrous complications after thoracoabdominal
aortic aneurysm (TAAA) repair. Modern series report ap-
proximately a 5% to 15% incidence rate of spinal cord
ischemia after TAAA repair,1-7 with significantly decreased
survival rates among patients with spinal cord injury.2,4
Many clinical strategies to prevent spinal cord ischemia
have been investigated, including identification and reim-
plantation of critical spinal cord intercostal tributary arter-
ies, distal aortic perfusion, systemic or regional hypother-
mia, and minimization of spinal cord oxygen demand
pharmacologically. However, no optimal strategy has
emerged.
Cerebrospinal fluid (CSF) drainage is a commonly used
adjunct to TAAA repair that may improve perioperative
spinal cord perfusion8-10 and subsequently decrease the
incidence of spinal cord ischemia.11-14 However, to date,
only one report exists on possible complications of CSF
drainage, such as subdural hematoma.15 We reviewed our
experience with patients who underwent TAAA repair in
whom postoperative subdural hematomas were detected.
METHODS
The records of 230 patients who underwent TAAA
repair at the Johns Hopkins Hospital between January
1992 and February 2001 were reviewed retrospectively.
Lumbar drains were routinely placed the evening before
elective surgery by the anesthesia team or, if fluoroscopic
guidance was needed, by the neurosurgical and interven-
tional neuroradiology teams. The popoff level of the CSF
drain was routinely 5 to 10 cm H2O, as set from the ear
canal, depending on the attending surgeon preference.
CSF drainage began in the operating room and continued
From the Yale University School of Medicinea and Division of Vascular
Surgery, Department of Surgery, Johns Hopkins Hospital.b
Competition of interest: nil.
Presented at the Fifteenth Annual Meeting of the Eastern Vascular Society,
Washington, DC, May 3-6, 2001.
Reprint requests: Alan Dardik, MD, PhD, Yale University School of Medi-
cine, Department of Vascular Surgery, 333 Cedar St, FMB 137, PO Box
208062, New Haven, CT 06520-8062.
Copyright © 2002 by The Society for Vascular Surgery and The American
Association for Vascular Surgery.
0741-5214/2002/$35.00  0 24/6/125022
doi:10.1067/mva.2002.125022
47
for 3 days after surgery. Spinal cooling or instillation of
pharmacologic agents was not performed in any patient. All
patients had distal aortic perfusion with sequential aortic
clamping performed as part of the TAAA repair, and all
patients received heparin (100 mg/kg) during surgery.
Routine anticoagulation therapy was not performed after
surgery in any patient. The patient head position was main-
tained at no more than 30 degrees upright perioperatively
until the patient was alert and mental status could be
checked, regardless of whether the drain was present or not.
The correct drain position was maintained regardless of
head position. Routine postoperative screening for asymp-
tomatic subdural hematomas was not performed; rather, all
patients with altered mental status or paresis underwent
head computed tomographic scans that were positive for
the eight patients reported.
Comparison of the factors between patients with and
without subdural hematomas was performed with the
Mann-Whitney U test for nonparametric variables and the
Fisher exact test for categoric variables. Multivariate analy-
sis was performed with logistic regression. P values were
considered significant if they were .05 or less.
RESULTS
Eight patients had subdural hematomas (Table I), for
an incidence rate of 3.5% after TAAA repair. There were
four men and four women. Six patients had atherosclerotic
disease (mean age, 70.2 years), and two patients had con-
nective tissue disorders (mean age, 32 years). The Crawford
classification of the TAAAs were one type I, three type II,
three type III, and one type IV. All patients had lumbar
drains placed before surgery, including one patient who
underwent operation emergently for rupture (patient 6).
Drains were set to allow drainage of CSF at pressures
greater than 5 cm H2O in seven patients and greater than
10 cm H2O in the other (patient 8). All drains were
removed on the third postoperative day.
Six patients had an acute presentation of a subdural
hematoma, at a range from postoperative day 2 to 16
(mean, 9.3). Four of these six patients died of the subdural
hematoma (67%); only one of the four patients who died
had neurosurgical intervention. Both survivors of acute
subdural hematoma (33%), however, responded to neuro-
surgical decompression and are neurologically healthy.
Two patients had subdural hematomas in a delayed
fashion after discharge from the hospital, at 1.5 and 5
months. These patients needed a lumbar epidural space
blood patch to seal their chronic CSF leak. No patient with
an acute presentation had a blood patch performed. Both
patients with chronic subdural hematomas responded clin-
ically to the blood patch, with decompression in one pa-
tient, and are neurologically healthy.
Comparison between the eight patients in whom sub-
dural hematomas developed and those patients in whom
hematomas did not develop after TAAA repair is shown in
Table II. No statistically significant difference was seen in
the mean age, percentage of women, incidence rate of
connective tissue disorders, or occurrence of postoperative
paraplegia in patients with or without subdural hematomas.
The operative number of packed red blood cell, but not
platelet, transfusions was greater in patients in whom sub-
dural hematoma ultimately developed. There was also a
greater amount of CSF removed perioperatively in patients
in whom subdural hematomas developed compared with
the amount drained from patients in whom subdural hema-
tomas did not develop (Table II). Patients with subdural
hematomas were more likely to die during hospitalization
than patients without subdural hematoma (Table II).
Multivariate analysis of risk factors that affect the oc-
currence of postoperative subdural hematoma is reported
in Table III. The only factor that was statistically significant
and predictive of occurrence of subdural hematoma was the
volume of CSF drained via the lumbar drain. With the mean
amount of CSF drained from patients with and without
subdural hematomas (690 mL and 359 mL, respectively;
Table II), the multivariate analysis predicted an odds ratio
of 7.29 for occurrence of subdural hematoma in this patient
series (Table III).
Table I. Patients with subdural hematoma after TAAA repair
Patient
Age








day Presentation Symptom Intervention Outcome
1 26 W M Marfan’s I 5 1067 164 Chronic HA, V NS OR,
lumbar patch
Alive
2 73 B M Hypertension III 5 773 16 Acute FDP None Died
3 80 W F Hypertension IV 5 548 11 Acute Aphasia NS OR Alive
4 74 W F Hypertension III 5 513 13 Acute Somnolent NS OR Alive
5 38 W M Ehler-Danlos II 5 974 4 Acute BD NS OR Died
6 64 B F Hypertension III 5 581 10 Acute Weakness None Died
7 82 W F Hypertension II 5 566 2 Acute BD None Died
8 48 W M Hypertension II 10 497 45 Chronic HA, V Lumbar patch Alive
CSF popoff is valve level in cm H2O; CSF drained is total volume of CSF drained perioperatively in mL; postop day is postoperative day subdural hematoma was
detected.
W, White; B, black; M, male; F, female; HA, headache; V, vomiting; FDP, fixed and dilated pupils; BD, bloody CSF drainage; NS OR, neurosurgical operative
drainage.
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DISCUSSION
Subdural hematoma is an unusual and potentially cat-
astrophic complication after TAAA repair, with an inci-
dence rate of 3.5% in our series. We report eight cases of
patients with postoperative subdural hematomas, six of
whom had an acute presentation, with a 67% mortality rate.
Two patients were seen after hospital discharge with
chronic subdural hematomas and needed lumbar epidural
blood patches to control the chronic CSF leak. Multivariate
analysis identified the volume of CSF drained periopera-
tively as the only factor predictive of occurrence of postop-
erative subdural hematoma (Table III). Multivariate anal-
ysis disclosed that excess drainage was associated with a
seven-fold increased risk of subdural hematoma.
Subdural hematoma after TAAA repair has only been
reported once before.15 In that case report, a patient was
seen acutely with a subdural hematoma on postoperative
day 5; neurosurgical intervention was declined, with subse-
quent patient death. The lumbar drain popoff pressure was
10 mm Hg, equivalent to approximately 13 cm H2O, but
no report was made of the volume of CSF drained. The
subdural hematoma was attributed to the large needle size
(16 gauge) used to puncture the dura with subsequent CSF
leakage through the drainage site, compounded by change
in patient position. However, subdural hematomas have
been reported after dural puncture with smaller gauge
needles.16,17 Furthermore, we routinely use a 16-gauge
needle to puncture the dura for our lumbar drain place-
ment, and most of our patients do not have subdural
hematomas develop.
Although CSF drainage is a recognized adjunct to
TAAA repair, few guidelines exist for proper CSF drainage
pressures. We initially routinely set our lumbar drain popoff
pressures at 10 cm H2O but questioned whether setting the
popoff pressure lower, at 5 cm H2O, would increase CSF
drainage and thereby decrease the incidence rate of para-
plegia. On the basis of this experience, we speculate that
excessive CSF drainage stretches and tears dural veins,
leading to a subdural hematoma. Subdural hematomas
have been previously reported as a consequence of excessive
CSF drainage because of lumbar puncture18-20 or drainage
catheters21 and have been related to CSF hypovolemia.22
Although subdural hematomas have been associated with
disseminated intravascular coagulation,23 no patient in this
series had evidence of disseminated intravascular coagula-
tion (data not shown).
Our estimate of a 3.5% incidence rate of subdural
hematomas after TAAA repair is likely to be an underesti-
mate of the true incidence rate of this complication. This
retrospective study identified only patients with symptom-
atic subdural hematomas because asymptomatic patients
were not tested. However, clinically significant acute sub-
Table II. Comparison of patients with and without subdural hematoma after TAAA repair
Subdural hematoma No hematoma P value
No. of patients 8 222
Age (y) 61.4  6.9 66.7  0.8 .78*
Female gender 50% 39% .72†
Connective tissue disorder 2 (25%) 28 (12.6%) .29†
EBL (L) 18.7  5.0 11.8  0.8 .06*
PRBC transfused (U) 19.1  2.3 14.2  0.7 .04*
Platelets transfused (U) 8.3  1.9 11.9  0.7 .13*
CSF drained (mL) 690  79 359  24 .0013*
Permanent paralysis 1 (12.5%) 11 (5.0%) .35†
In-hospital death 4 (50%) 34 (15.3%) .03†
*Mann-Whitney U test.
†Fisher exact test.
EBL, Estimated blood loss; PRBC, packed red blood cells.
Table III. Multivariate analysis of factors affecting occurrence of subdural hematoma
Factor P value Odds ratio 95% CI
Age .31 1.04 0.96-1.13
Connective tissue disorder .43 3.27 0.18-60.77
Gender .60 0.60 0.09-4.02
Race .53 2.26 0.18-27.71
Hypertension .24 0.17 0.01-3.27
COPD .99 0.01 0-
Permanent paralysis .50 0.31 0.01-9.20
PRBC transfused (U) .19 1.06 0.97-1.17
Platelets transfused (U) .17 0.85 0.68-1.07
CSF drained (mL) .01 1.006 1.001-1.01
COPD, Chronic obstructive pulmonary disease; PRBC, packed red blood cells.
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dural hematomas, with their rapidly progressing and dra-
matic presentations, were likely to be identified.
All six patients in this series with acute subdural hema-
toma had the CSF drain popoff valve set at 5 cm H2O. The
mortality rate was 67% in this subgroup, with neurosurgical
drainage offering the only hope of survival (Table I). Con-
sequently, this experience has led us to recommend rou-
tinely setting the CSF catheter to drain at 10 cm H2O. We
also maintain the patient head position at no more than 30
degrees upright perioperatively, until the patient is alert and
the mental status can be checked, to avoid potential fluctu-
ations in CSF and cerebral perfusion pressure.24,25
No patient with a drain popoff pressure set at 10 cm
H2O had an acute subdural hematoma; the only patient in
this series who had a subdural hematoma with a drain
popoff pressure set at 10 cm H2O had a chronic presenta-
tion (Table I). Chronic presentation of a subdural hema-
toma is likely the result of the same mechanism as an acute
presentation, with CSF hypovolemia occurring slowly
through the dural puncture site. This explains the rationale
for application of an epidural blood patch to seal the
puncture site20,22 and the occurrence of the subdural he-
matoma independently of the perioperative drain popoff
pressure setting.
We report a 3.5% incidence rate of subdural hematomas
after TAAA repair and have identified excessive CSF drain-
age as a risk factor for its occurrence. Changes in conscious-
ness or new onset of paresis should prompt recognition and
neurosurgical intervention that is necessary for survival and
recovery. Epidural placement of a blood patch is recom-
mended to stop the chronic leakage of CSF at the lumbar
puncture site if a chronic subdural hematoma is detected.
Care should be taken to ensure that excessive CSF is not
drained perioperatively, and higher (10 cm H2O) lumbar
drain pressures and meticulous monitoring of patient posi-
tion and neurologic status may be necessary.
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